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Fig. 1. Aldosterone synthase®} 11-OHase -5%12}2] uneugal crossing over. §&-§HA12] 5 prime P2

11-OHase®] 5 prime ¥-5-0]31, 3 prime 52

primary aldosteronism-2- Al o} e g 1o}, aldo-
sterone producing adenoma, &4 HAn}Aoz
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GRA -§3-8-8A)+= steroid 1148 hydroxylasei®} aldo-
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Leporeol] #fesl= Hb Miyada®} Hb P(Nilotic)-&
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. Aldosterone synthase ~ GRA chimeric gene

Fig. 2. GRA%A}S] PCRE4]. Aldosterone synthase -§-3
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